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Contractility of glomerular capillaries: Angiotensin Il-mediated
contraction. F. Spinelli, J. Torhorst, H. Wirz, G. Pehling and
H. Baum. Res. Lab., Pharmaceutical Div., Ciba-Geigy Ltd.,
Basel, Switzerland. To test glomerular capillary contractility,
kidneys of anesthetized rats were fixed in vivo by glutaraldehyde-
perfusion 15 minutes after the beginning of an angiotensin (All)
infusion (0.01—2.0 ng/kg BW mm) and processed for scanning
electronmicroscopy. Increasing doses of All caused a concentric
decrease of the diameter of the glomerular capillaries. At higher
dosage passively collapsed capillaries were also seen. Swelling
of the podocytes and pinocytosis both increased with ascending
doses of All. At high doses, bulges, mainly localized on the
primary processes, were noted. They corresponded to absorption
droplets on transmission electron micrographs and are probably
a consequence of proteinuria. Hypertensive doses of All provoked
a greater increase in the number of collapsed glomeruli within
the outer (18—* 45%) than within the inner cortex (40—3 57%)
as compared to controls. Under similar conditions increased
filling of the inner medullary vessels with silicon rubber was
observed after increasing doses of All. This again indicates the
greater reactivity to All of outer cortical than inner cortical
arteriolo-glomerular units. The statistically significant decrease
of the diameter of isolated glomeruli in vitro under the influence
of All provides strong evidence in favor of a direct action of
All on glomerular capillaries.
"Low renin" and "high renin" hypertension in the rat. I. Cor-
relation between blood pressure, plasma renin activities and
severity of vascular damage. G. Thiel, M. Huguenin, J. Torhorst,
L. Peters, G. Peters and F. Brunner. Departement fur Innere
Medizin und Inst it Ut fur Pathologie, Universität Basel and Instirut
de pharmacologie de 1' Université, Lausanne, Switzerland. It has
been claimed recently that patients with essential hypertension
can be divided into a low and a high plasma renin group, the
latter having much more vascular complications assumed to
be due to a hypothetical "vasculotoxic" effect of angiotensin
(or of renin). In order to investigate the validity of this hypo-
thesis in another species, we compared the degree of histologic
hypertensive vascular damage in hypertensive rats with low
and high plasma renin activities. "High renin" hypertension
was induced in 19 rats by unilateral partial renal artery con-
striction 5 to 9 weeks before observation (Wilson-type rats).
"Low renin" hypertension was induced in 9 rats by unilateral
nephrectomy, followed by giving 1% NaC1 as drinking fluid for
S to 10 weeks and s.c. injection of 75 mg desoxycortone acetate
microcristal suspension (DOCA) once weekly for the first three
weeks. Systolic pressure (tail plethysmography) rose simultane-
ously in both groups, reaching a mean of 205 mm Hg in the
Wilson-type rats and 169 mm Hg in the DOCA rats (P< 0.005).
The mean plasma renin activity was 51 ng Angiotensin II
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equiv/ml in the Wilson-type rats against 2.5 in the DOCA rats
(P< 0.01). The severity of the hypertensive vasculopathy in
kidney, intestine and heart, scored under blind conditions, was,
however, significantly more pronounced in the DOCA rats.
Within the group of the Wilson-type rats there was no significant
correlation between plasma renin activities and severity of
vasculopathy. It is concluded that the development of hyper-
tensive vasculopathy in the rat is not correlated to plasma renin
activity. Plasma volume expansion, increased total body sodium
or levels of circulating mineralo-corticoid hormones may be
more important factors.
"Low renin" and "high renin" hypertension in the rat. II. Mor-
phology of hypertensive vascular changes. J. Torhorst, M. Hugu-
enin, G. Thiel, L. Peters, G. Peters and G. Brunner. Institut für
Pathologie und Departement für Innere Medizin, Universitdt Basel
and Institur de pharmacologie de 1' Université, Lausanne, Switzer-
land. Hypertensive vascular changes were investigated by light
microscopy in rats made hypertensive either by partially con-
stricting one renal artery or by DOCA+ salt: see preceeding
abstract. In contrast to the significant quantitative differences in
the severity of hypertensive vascular damage there was no
qualitative morphological difference between the two groups.
Arteries in kidney, mesentery and myocardium showed the
well known panarteriitis nodosa-like lesions. In the kidney
arterioles we found muscular hyperplasia, subendothelial in-
sudation and necrotic segments. Glomerular damage was
characterized by lobular or total necrosis of the glomerular
tuft with only slight inflammatory reaction. Semiquantitative
grading of the severity of hypertensive vascular disease was
obtained by counting, either the fraction of damaged glomeruli
or of arteries and arterioles. A high correlation between the
results of both methods was found. Furthermore, quantitative
analysis showed that glomerular and vascular damage was
significantly more severe in the juxtamedullary than in the
subcapsular zone.
Renin and aldosterone in chronic renalfailure with hypertension.
H. Armbruster, K. Zaruba, W. Vetter, R. Beckerhoff and W.
Siegenthaler. Departement für Innere Medizin der Universität,
Kantonsspital Zurich and Hdmodialysestation, Stadtspital Waid,
Zurich, Switzerland. Hypertension in chronic renal failure (CRF)
is common. The renin-angiotensin-aldosterone system is con-
sidered to play an important role in the pathogenesis of this
form of hypertension. In 16 hypertensive patients with CRF
treated by regular dialysis, plasma renin activity (PRA) and
plasma aldosterone (PA) were measured by radioimmunoassay
before and after dialysis. Two groups of patients were formed:
Group I consisted of 10 patients whose blood pressure was
considerably reduced or returned to normal after dialysis. Three
of them received antihypertensive drug therapy. Increased PRA
and PA levels were found in two cases. Normal values were
measured in 7 patients, sub-normal values in one. After dialysis,
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7 subjects showed a decrease of PRA and PA, while in 3 pa-
tients an increase was observed. Group II consisted of 6 pa-
tients whose hypertension persisted after dialysis. All of these
patients except one received antihypertensive drug therapy.
Highly increased PRA and PA levels were found in 4 pa-
tients before and after dialysis. The remaining two patients
showed normal values before and slightly increased values after
dialysis. Our results indicate that the renin-angiotensin-aldoste-
rone system may participate in the pathogenesis of hyperten-
sion in CRF. Increased PRA and PA levels, however, are also
found in rare cases of CRF without hypertension. Further studies
will be necessary to clarify the exact role of renin and aldo-
sterone in hypertension of end-stage renal failure.
Micropuncture studies of compensatory adaptation in rats.
J. Diezi, P. Michoud and V. Arsian. Institut de Pharmacologie de
I' Université, Lausanne, Switzerland. Experiments were performed
on male Sprague-Dawley rats anesthetized with pentobarbital
and infused at 15 jil/min with a Ringer solution containing inulin
and PAH. 4—5 timed proximal tubule collections were obtained
from the left kidney, then the right renal pedicle was clamped.
One hour later recollections were performed. A similar protocol
was used in a control group without actual clamping of the right
pedicle. Urine flow rate increased significantly in the experi-
mental group, but not in control, from the first (preclamping)
to the second (postclamping) period. No changes in whole
kidney GFR, PAH clearance nor filtration fraction occurred.
Single nephron GFR did not change, whereas fractional reab-
sorption of water in proximal tubules dropped by 23% in the
experimental group. This fall differed significantly from a much
smaller fall in the control group. Thus compensatory adaptation
of the remaining kidney in the absence of volume expansion
appears to be the consequence of a decreased fractional re-
absorption in proximal tubules. Inhibition of water reabsorp-
tion is likely to extend to more distal parts of the nephron
since final urine output was increased after contra-lateral
renal exclusion. These results partially contrast with those
obtained in expanded rats in which, as previously reported, com-
pensatory adaptation after unilateral ureteral ligation was pri-
marily due to a marked increase in superficial SNGFR. The
mechanisms of rapid changes in water and electrolyte handling
by the kidney after contralateral renal exclusion are under
investigation.
Changes in renal parenchyma following 5/6-nephrectomy in
rats. Philipp Heitz, Fred G. Gudat and Hans U. Zollinger. In-
stitut für Pathologie, Universität, Basel, Switzerland. Changes
taking place in the remaining renal parenchyma 85 days after
5J6-nephrectomy in rats have been examined by light and electron
microscopy and immunofluorescence. By this time the renal
remnant had enlarged approximately to the size of one kidney
of a control animal due to a marked dilatation of the tubules. The
glomeruli showed focal mesangial enlargement produced by the
deposition of a granular osmiophilic material in the mesangial
matrix as well as in the regions of the thickened basement
membrane in obliterated capillary loops. The pericytes were
swollen and contained intracytoplasmic vacuoles filled with a
granular osmiophilic material. There was an extensive fusion of
the foot processes of these cells. By immunofluorescence y-
globulin and complement were found in cytoplasmic droplets
of the pericytes and in the mesangial matrix along the basement
membrane in a granular pattern. These changes may result from
an accumulation of inert proteins in the mesangium and pen-
cytes due to overloading of the mesangial phagocytotic capacity,
since the rate of glomerular filtration per nephron was in-
creased. An active inflammatory process due to immune com-
plexes could not be excluded with certainty.
Lactic dehydrogenase (LDJ-I) and alkaline phosphatase (a.
P'tcise) in blood and urine of the rat during folate-induced renal
failure. U. Schmidt, V. Schlumpf, K. Paris, B. Funk, W. Joesch
and U. C. Dubach. Departement für Innere Medizin, Medizinische
(Jniversitãts-Poliklinik, Basel, Switzerland. Acute renal failure
(ARF) after mercury poisoning with widespread tubular cell
necrosis is accompanied by a marked serum LDH increase.
Folate produces ARF without tubular cell necrosis. This morpho-
logical difference led us to measure LDH and alkaline phos-
phatase (a. P'tase) in serum at 2, 38, 60 h and 21 d as well as in
urine 1, 2, 3 and 21 dafter a single large dose of folate (250 mg/kg
iv.). Serum LDH did not significantly increase during 3 weeks
whereas LDH activity of the urine rose from 4.9 to 48.8 mU/ml
during the first 3 days after folate. Serum a. P'tase decreased
significantly from 182.1 to 131.9 mU/mI during the first 3 days
and was still low after 3 weeks. En addition a. P'tase in urine
also significantly (P<0.00l) decreased from 37.7 to 18.0 mU/mi
during the first 24 hours after injection. The absence of a serum
LDH increase during ARF agrees with the morphological
findings mentioned above. The increased LDH excretion,
however, indicates an augmented tubular cell permeability. The
fall of a. P'tase in serum and urine may be explained by enzyme
protein damage caused by the specific affinity of folate to the
brush border membrane.
Tubular obstruction in the pathogenesis of folic acid induced
acute renal failure (A RF): Clearance studies. A. Birbaumer,
M. Hugaenin, F. Brunner and G. Thiel. Departement für Innere
Medizin and Institut für Pathologie, Universität Basel, Switzer-
land. Large doses of folic acid (FA) produce oliguric ARF in
the rat. In vitro studies showed that the expected intratubular
concentration exceeds the solubility of FA at pH values below
6.2. In order to investigate whether ARF after FA is due to
precipitation and tubular obstruction we attempted to prevent
ARF by massive furosemide diuresis or by alkalinizing the urine.
Female Wistar rats were injected iv. with FA 250 mg/kg.
Within 30 mm after FA GFR (inLilin clearance) fell from
8.0 2.8 mI/kg to 0.76 1.02 mI/kg mm and remained at this
level for the next 6 hours. 24 h after FA GFR had risen to
4.5 1.1 mI/mm kg (still significantly below the control
value: P<0.005). The infusion of furosemide (0.2 mg/mm) or
isotonic NaHCO3 (1 mI/mm) completely prevented the fall of
GFR, the inulin clearance remaining in the control range
(P>O.1; P>0.6). Histological examination showed that the
formation of FA casts was markedly reduced in the NaHCO3
treated rats. These results support the hypothesis that tubular
obstruction could be the primary mechanism of FA-induced
ARF in the rat.
Tubular obstruction in the pathogenesis of jolic acid (FA)
induced acute renal failure (ARF): proximal passage times and
intratubular pressures. M. Huguenin, G. Thiel, F. Brunner,
J. Torhorst, A. Birbaumer and U. Schmidt. Department fur
Medizin and Institut für Pathologie, Universität Basel, Switzer-
land. The i.v. injection of 250 mg/kg FA in the rat produces
ARF characterized by an oligunic phase, reduction of GRF and
normal RBF. In order to clarify the mechanism of ARF early
after FA, we measured the proximal passage time of lissamine
green (PT) and the proximal tubular pressure (PTP).
PT N
(sec)
PTP
(mm Hg)
N
BeforeFA 9.3± 1.9a(15) 10.6±1.7 (25)
10—20mm after FA 48.0±16 (23) 42.6± 7.9 (14)
1 hour after FA 55.0±17 (15) 36.7± 8.0 (42)
a standard deviation
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The rise in PTP could be partially prevented by infusion of
isotonic NaHCO3: PTP rose to 25.3 7.7 mm Hg (13) 10—20mm,
and 21.0±4.6 mm Hg (20) 1 hour after FA. These findings can
be best explained by tubular obstruction probably resulting
from precipitation of FA. Alkalinization of the urine may
partially prevent cast formation by increasing solubility of FA.
In contrast to other models of acute failure, FA-induced ARF in
the rat is characterized by a fall of GFR caused by primary
tubular obstruction with well maintained cortical renal blood
flow.
Echocardiography in uremic pericarditis. F. Follath, H. Boner,
Ch. Heierli, G. Thiel, F. Brunner and H. Thölen. Abteilung fur
Innere Medizin, 1. Medizinische Klinik; Nephrologische .4bteilung,
Biirgerspital, Basel, Switzerland. Echocardiographic studies were
performed in 6 patients with uremic pericarditis. The typical
signs of pericardial effusion could be demonstrated in each case.
Repeated examinations revealed the development of cardiac
tamponade in one patient by showing a sudden increase of the
echo-free fluid space and diminished ventricular wall motions.
Treatment by frequent hemodialysis in 2 and additional pen-
cardial drainage in 1 case was followed by return of the normal
echocardiographic pattern. In the remaining 3 patients the
presence of pericarditis was confirmed on autopsy. The ap-
plication of this simple noninvasive method greatly facilitates
the recognition of uremic pericardial effusion, especially in
patients with atypical clinical presentation. Good reproducibility
in the individual case offers the possibility of regular follow-up
examinations during the acute phase of penicarditis. Echo-
cardiography is recommended in all uremic patients with suspec-
ted cardiac complications.
Proximal tubular acidosis in vitamin D deficiency rickets.
J. P. Guignard and A. Torrado. Service de Pédiatrie, Division de
Néphrologie, Hdpital Cantonal Universitaire, Lausanne, Switzer-
land. Recent experimental observations incriminate parathyroid
hormone in the pathogenesis of proximal tubular acidosis.
We report a case of vitamin D deficiency rickets associated
with secondary hyperparathyroidism and proximal tubular
acidosis. An 8 month old girl presented with classical vita-
min D deficiency rickets. Her family history was negative for
metabolic diseases. Severe secondary hyperparathyroidism was
present, as demonstrated by low plasma phosphate (1.1 mM/liter),
high alkaline phosphatase (490 Ui), hyperphosphaturia (38.4
mg/kg• 24 h), transient glycosuria, generalized aminoaciduria,
and x-ray changes in the bones. She had hyperchloremic meta-
bolic acidosis, and excreted alkaline urine (pH>6.5). Renal
tests showed normal inulin and PAH clearances. Concentrating
ability was maintained. An ammonium chloride test (0.1 g/kg)
showed normal acidification of the urine: pH=5.0, UTAV=
156 j.tEq/min per 1.73 m2, UNH4V=93 pEq/min per 1.73 m2.
A bicarbonate titration study demonstrated a renal bicarbonate
threshold of 16 mEq/liter, thus establishing a diagnosis of proximal
tubular acidosis. Rickets, secondary hyperparathyroidism and
proximal acidosis were rapidly corrected by administration of
vitamin D, 2000 U/day, calcium chloride, I g/day, and hydro-
chlorothiazide, 10 mg/day. The renal bicarbonate threshold
determined 7 weeks after starting treatment was 23.5 mEq/liter.
Administration of calcium and hydrochlorothiazide was sus-
pended. A new bicarbonate titration study, performed 20 days
later, showed a normal bicarbonate threshold of 21 mEq/liter, at a
time when the chemical and radiological abnormalities of rickets
and hyperparathyroidism had disappeared. A causal relationship
between secondary hyperparathyroidism and proximal tubular
acidosis is suggested.
A case of the Goodpasture syndrome: Therapeutic success
following nephrectomy and renal transplantation. K. Zaruba and
F. Largiader. Haemodialyse-Stat ion, Stadtspital Waid Zurich and
CiiirurgischeKlinik A, Kantonsspital Zurich, Switzerland. A 23 year
old woman developed the clinical picture of a Goodpasture syn-
drome with total anuria and repeated episodes of hemoptysis with
severe, menacing dyspnea. Pulmonary symptoms disappeared
promptly after bilateral nephrectomy and chest X-ray and
pulmonary functions were completely normal within 4 weeks.
Circulating antiglomerular basement membrane antibodies also
disappeared from the blood 4 months after nephrectomy and
the patient could then be scheduled for renal transplantation.
At present, 6 months after transplantation, the general state
of health of the patient is very good: renal functions are normal.
Correction of hyperlipemia of the nephrotic syndrome by
clofibrate: Muscular side-effect of the drug. J. Fabre, M. Denizor,
H. Micheli and M. Giromini. Policlinique de Médecine, Genève,
Switzerland. In a 30 year old man membrano-proliferative
glomerulonephritis led to a nephrotic syndrome with severe
hyperlipemia and angina pectoris. Clofibrate therapy (1.5 g/day)
was initiated. Plasma cholesterol decreased progressively from
650—1 120 to 250 and plasma triglycerides from 1070—1950 to
154 mg/100 ml. Twice during treatment the patient complained
of generalized muscular pain and cramps, associated with an
increase of transaminases, CPK, LDH and aldolase. Electro-
myography yielded an abnormal tracing, characterized by short
rapid potentials. Muscle biopsy showed homogenization,
vacuolisation and fragmentation of muscle fibers as well as
myophagia. Intravenous albumin and the reduction of the dose
of clofibrate resulted in disappearence of pain within 2 days and
correction of enzyme levels within 10 days. Prevention of
atherosclerosis by correction of hyperlipemia is required in
patients with the nephrotic syndrome for whom one is con-
templating a renal transplant. Clofibrate appears to be a pro-
mising drug. Unfortunately, hypoalbuminemia increases its
myotoxicity. Furthermore, the daily dose should not exceed
0.5 g for each 1 g/100 ml of serum albumin.
Renal excretion of urate by the monkey (Cebus albifrons):
A micropuncture study. Fran coise Roch-Ramel and I. M. Weiner.
Institut de pharmacologie, Université de Lausanne, Switzerland,
and Department of Pharmacology, State University of New
York, Syracuse, N. Y., U.S.A. Free-flow micropuncture experi-
ments were performed in monkeys undergoing moderate man-
nitol diuresis. Concentration of urate in tubular fluid was mea-
sured by an ultramicroadaptation of the fluorimetric method of
Bloch and Lata. The mean TF/Purate and TF/Purate: TF/PinU!in
were 0.62 0.05 and 0.40 0.04 respectively in proximal tubular
fluid, (N= 19), and 0.56 0.07 and 0.18 0.03 in distal tubular
fluid (N= 10). At the end of the proximal tubule approximately
70—80% of the filtered urate had been reabsorbed. No significant
reabsorption was observed either along distal tubules or Henle's
loops of superficial nephrons. It should be stated that Henle's
loops of superficial nephrons of monkeys are very short (Bennet
et al). At the end of distal tubules, the fraction of filtered urate
still present (15—20%) was higher than in pelvic urine (5%).
This finding may indicate reabsorption from the collecting ducts,
or possibly, a larger reabsorption from juxtamedullary than
from superficial nephrons. During infusion of nitroprobenecid
(1—1.5 mg/kg mm) at a dose known to give maximal response,
the mean TF/Purate: TF/PInUIin in proximal and distal fluids
were 0.62 0.06 (N= 10) and 0.51 0.03 (N= 12), respectively.
The fraction of filtered urate appearing in pelvic urine increased
from 0.05 0.005 (N= 7, control) to 0.48 0.04 (N= 5).
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Effect of aldosterone on Na-K-A TPase within the nephron of
adrenalectomized rats. U. Schmidt, J. Richner, B. Funk, K. Paris
and U. C. Dubach. Departement für Innere Medizin, Medizinische
Universitdts-Poliklinik, Basel, Switzerland. It is well established
that tubular Na reabsorption as well as Na-K-ATPase activity
in membrane fragments of renal tissue are reduced after adrenal-
ectomy. Micropuncture studies revealed an increase in tubular
Na reabsorption already one hour after aldosterone injection
into adrenalectomized rats. An enhanced microsomal Na-K-
ATPase activity of the renal medulla, however, was measured
only 6 hours later. This lack of correspondence between Na-K-
ATPase and Na reabsorption led us to investigate the effect of
aldosterone on Na-K-ATPase activity in isolated tubular
segments. Adrenalectomized male rats were given 60 pg aldo-
sterone 90 mm before decapitation. Segments of the proximal
convoluted tubule (PTC), of the thick ascending limb of Henle's
loop (DTi) and of the distal convoluted tubule (DTC) were
dissected out of freeze-dried renal sections. Na-K-ATPase
activity was measured in dry samples of 5 to 10 ng with the
oil-well technique: the enzymatic P1 analysis was combined with
NADP/NADPH enzymatic cycling. The activity was expressed in
moles P1/kg dry weight/hour (MKH). Results: Adrenalectomized
rats: PTC t.2, DTI 1.4, DTC 4.3 MKH. Adrenalectomized rats
after aldosterone: PTC 1.2, DTI 4.8, DTC 8.0 MKH. The
significance of the early enzymatic response to aldostcrone,
localized in the DTI and DTC, remains to be investigated.
Pharmacokinetics of gljpizide in renal failure. L. Balant, J.
Fabre and C. Zahnd. Policlinique universitaire de médecine,
Genéve, Switzerland. In 4 normal subjects the mean "half-life"
of the total plasma radioactivity after a single oral dose of 5 mg
of '4C-labelled glipizide (hypoglycemic sulfonylurea) was 3.7
hours. In 2 patients with renal failure (RF), whose glomerular
filtration rates (GFR) were 30 and 10 mI/mm, the "half-life" was
increased to 6 and 12 hours respectively. In all subjects mainly
metabolites of glipizide were excreted in the urine. In normal
subjects the plasma disappearance rates of the unchanged drug
and its metabolites were about 3 to 5 hours. In patients with
RF the rate of disappearance of unchanged glipizide was approx-
imately the same as in normals, but the "half-life" of the
metabolites was increased to 20 hours and more. In these pa-
tients, the apparently prolonged "half-life" of the total radio-
activity, thus was not due to an accumulation of the drug, but
of its metabolites. In normal subjects, about 65% of the ad-
ministered radioactivity was excreted in the urine within 24
hours. In the patient with GFR 30 ml/min, the excretion of
radioactivity was protracted, but its total amount in the urine
during 4 days was not significantly smaller than in normal sub-
jects. In the patient with GFR 10 mI/mm, total excretion of
radioactivity was reduced to 30% of the administered dose, ex-
cretion was delayed and metabolites, not present in the urines
of normal subjects, appeared.
Hemodialysis and renal transplantation in Switzerland. F. P.
Brunner and G. Thicl. Departement für Innere Medizin und Institut
für Pathologie, Universitdt Basel, Switzerland. A special computer-
printout of the EDTA (European Dialysis and Transplant Asso-
ciation) Registry concerning all patients from Switzerland
registered up to December 31, 1971 was analysed and compared
to the EDTA data for Europe as a whole. On December 31,
1971, 43 patients per million population were reported to live on
regular hemodialysis in Switzerland. This is the highest dialysis
density among all European countries and probably throughout
the world. Male preponderance in the dialysis and renal trans-
plant population was less striking in Switzerland than in inter-
national statistics: 57% male against 43% female patients in
Switzerland as compared to the usual 62:38 relation. The discre-
pancy is due to the large number of cases of drug-induced chronic
renal failure in Swiss female patients (25% of female total).
Tn 1971, coil dialysers were used in 80% of the patients. For renal
transplantation, cadaver kidneys have been used almost exclu-
sively: the relation of cadaver to living donor kidneys remained
unchanged over the past years at 95:5. Cumulative survival of
patients dialysed in Swiss hospitals was 86% at 1, 68% at 2
and 64% at 3 years; these figures are quite close to the European
average. Cumulative survival after cadaver kidney transplan-
tation, was distinctly better in Switzerland with 79% at 1, 71%
at 2 and 64% at 3 years. Similarly, transplant survival of first
cadaver transplants was higher with 62% at 1, 57% at 2 and
52% at 3 years. In contrast to general European (EDTA) or
worldwide (Human Renal Transplant Registry) experience it
appears that, in Switzerland, improvement of life by successful
cadaver kidney transplantation is achieved at the price of a very
slight increase of the risk of death. The incidence of hepatitis in
Swiss dialysis and transplant centers was close to the European
average.
